permit identification of the ischaemic but still viable myocardium after an infarction. 9 We report a case of stunned myocardium in a patient who had a diffuse vasospasm of the left and right coronary arteries and in whom positron emission tomography was performed to characterise the perfusion and oxidative metabolism after treatment of stunned myocardium.
CAse report
A 71 year old Japanese woman was admitted to a coronary care unit with chest pain that had lasted for 15 minutes while she was at rest. She had not had any signs before the chest pain and had no risk factors for cardiovascular disease. Results graphic changes are T wave inversion, regression of inferior Q waves, and abnormal conduction. The giant negative T waves could be due to the ischaemic event induced by acetylcholine infusion as the electrocardiogram was recorded six hours after the coronary angiogram. Although the case of stunned myocardium reported by Annane et al was not caused by vasospasm, the electrocardiogram showed a Q wave in anterior leads, which became normal in two weeks. Mathias et al reported only a subendocardial injury, which recovered in 10 days. In our case first coronary angiogram and ventriculography showed severe diffuse dysfunction but no evidence of coronary artery disease. Over 24 days serial electrocardiograms and echocardiograms showed the return to normal of electrical and wall motion abnormalities. Repeated coronary angiography and ventriculography showed a complete recovery in left ventricular function and confirmed the presence of diffuse vasospasm in both coronary arteries under acetylcholine infusion. There is more evidence for diffuse vasoconstriction rather than segmental spasm, as shown in the reported cases.
Early ventriculocoronary angiography is not usually useful for decision making about prognosis and treatment, left ventricular function being generally worse than that observed a few weeks later. 1-3 The lack of cardiac enzyme release, the recovery of left ventricular function, and data from positron emission tomography (homogeneous perfusion and perfusable tissue density and homogeneous distribution of oxidative metabolism) suggest stunned myocardium rather than infarction. Mathias et al showed myocardial viability by repeated thallium scintigraphy. 4 Annane et al showed a homogeneous distribution of fluoro-2-deoxyglucose, whereas perfusion was reduced in the anterior dyskinetic region when the myocardium was ischaemic but still viable. Our study is limited in understanding the recovery of stunned myocardium as we did not perform positron emission tomography when the ejection fraction was 35%. Our data, which were acquired a long time after the resolution of symptoms, showed that after severe transient ischaemia the myocardial perfusion and oxidative metabolism returned to the normal range. In stunned myocardium the cell's energy metabolism is reduced; consequently, diffuse hypocontractility and ventricular dilatation may occur as they do in infarcted regions. This hypocontractile state might be reversible when normal metabolic conditions are restored. This assumption is well illustrated by our case study, in which spontaneous revascularisation and appropriate medical treatment allowed the recovery of normal myocardial metabolism and favoured full ventricular kinetic recovery.
Stunned myocardium usually recovers in terms of myocardial blood flow and wall function. In our case positron emission tomography showed normal perfusion and oxidative metabolism after treatment of stunned myocardium caused by diffuse coronary artery vasospasm.
